EPILEPTIFORM ATTACKS DURING THE COURSE OF DEMEN¬ 
TIA PRECOX. 

By Paul Masoin, M.D., 

OF BELGIUM, 

PHYSICIAN AT THE COLONY OF GHEEL, BELGIUM. 

Among 825 patients observed by Doctors Meens and P. 
Masoin there were 65 cases of dementia prsecox. Of these 65 
patients five only were subject at times to clonico-tonic seiz¬ 
ures of varying character. The occurrence of such seizures 
during the course of this disease is rare, and their pathogenesis 
is still less understood. The following observations are only 
designed to furnish data for those who may later desire to take 
up the work of criticism and synthesis in further investiga¬ 
tions along these same lines. 

It need hardly be mentioned that these notes do not concern 
the occurrence of epilepsy which has not been previously 
diagnosed, ultimately resulting in dementia. In the cases re¬ 
ported the diagnosis of hebephreno-catatonic dementia 
(Meers) had been established beyond question, and the ma¬ 
jority had been under observation for a number of years, two 
from the first onset of the disease. 

Case I. —A., male, twenty-three years old. First onset of 
disease at the age of nineteen or twenty. 

1901 : Wandering and difficulty in holding the attention. 

1902: Impulsive movements; progressive intellectual en- 
feeblement. 

1903: Intellectual enfeeblement; stereotypie (tics) ; impul¬ 
sive movements; tremor. 

During the preceding months this patient has been subject 
to a kind of general convulsion. There was no fall nor loss of 
consciousness, but frothing at the mouth and convulsions of 
the face and limbs. The seizure was of short duration, much 
shorter than an ordinary epileptic attack. With a different 
order of symptoms this same patient has had two or three at¬ 
tacks resembling asthma with prolonged expiration, and the 
chest in forced inspiration. These seizures are probably of bul¬ 
bar origin. 
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Case II 1 —B., female, aged thirty years. Onset of disease 
seven years ago following (?) an attack of typhoid fever. 
Negativism very marked. Frequent and violent impulsive 
movements. 

In December, 1902, the patient suddenly gave a cry and 
fell to the floor. She appears to have had clonic spasms of the 
limbs, but without loss of consciousness. She arose without 
assistance, and there was no period of stertor, grinding of the 
teeth, nor bloody froth at the mouth. As soon as she was on 
her feet she repulsed the proffered assistance of those who 
wished her to sit down. It was impossible to find out the ex¬ 
act degree of severity of this attack, but it appears to have 
been of short duration, not more than two or three (?) minutes. 

The attack just described was the only one during three 
years of the most minute observation, during which time at 
at least one special attendant constantly kept watch over the 
patient. 

Case III. —C., 1 2 female, twenty-nine years old. Onset about 
nine years previously, with stupor, very pronounced nega¬ 
tivism, and muscular spasms. “This patient,” says Dr. Meens, 2 
“underwent nervous crises, generalized clonico-tonic cramps, 
during which sensation was retained, the attack lasting from 
one to several hours, in one instance for a space of two days. 
The face was distorted, lips pursed, arms thrown about and 
hands clenched, and the legs flexed upon the abdomen.” 

Case IV. —D., female, fifty-three years old. Onset of dis¬ 
ease at the age of twenty-six. Hebephreno-catatonic form with 
frequent spasms. I was informed by those in charge of this 
patient that she had had a “convulsion [crampe] which seized 
her all over the body,” but that it had soon subsided. These 
people, who were accustomed to handling epileptics, assured 
me that what they had witnessed was not an ordinary epilep¬ 
tic attack. 

On June 11, 1902, the patient became restless, walked about 
incessantly, touching the furniture and the wall, moved the 
chairs, and frequently mounted the first steps of the staircase. 
Suddenly she became violent, uttered a scream and went into a 
convulsion, at this time giving all the evidences of a true epi¬ 
leptic seizure. A period of coma followed. When I saw the 
patient some hours later, she was calm, and there was no 
gnashing of the teeth, although there was continual tremor 
of the left foot. 

July 14, 1903, the patient was in bed at 9.30 p.m., when 
those in charge of her heard a scream, and going to her found 


1 Clinical report in the Journal de Neurologie, Brussels, 1902. 

2 Reported in Bulletin de la Societe Medecine Mentale de Belgique, 
1902, p. 135. 
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her in an epileptic attack, frothing at the mouth, with convul¬ 
sions of both upper and lower limbs, eyes rolling and face 
contorted. This was followed by a period of stertor. I repeat 
that those in charge of this patient had for a long time been 
accustomed to dealing with epileptic cases, and constantly liv¬ 
ing among them, and they were certain that they had witnessed 
a genuine epileptic attack. About midnight they were again 
summoned by another scream, and witnessed a similar seizure, 
with all the same characteristics. 

About 3 a.m. there was another attack, identical in charac¬ 
ter, and at 6.30 a.m., the patient was discovered in a state of 
profound coma, “without consciousness.” A woman in an ad¬ 
joining room said she had heard a scream about half an hour 
previously, so it is probable that the patient had been seized 
with still another convulsion. Later in the morning she was 
comparatively calm, and there was no gnashing of the teeth. 

Case V. —Male, twenty-four years old. Onset of disease 
about three years ago. Negativism very marked, tremor of 
body. In 1902 epileptiform seizures began. Quoting from the 
notes kindly furnished by Dr. Meens: “The eyeballs were ro¬ 
tated obliquely upward, there were general spasms with loss of 
consciousness. Stupor followed the attack, usually lasting 
only two or three hours, but at times persisting for as great a 
length of time as two or three days. These attacks were re¬ 
peated quite frequently, as often as every month.” 

Later Observations: The patient did not scream, but the 
eyes were fixed and staring, the face convulsed, froth at the 
mouth, tossing of the arms and a period of stupor after the 
attack. Sometimes several of these seizures followed each 
other in rapid succession, at other times there would be but a 
single seizure lasting perhaps an hour. 

A certain analogy between the attacks suffered by the pa¬ 
tients mentioned in Cases I, II and III can readily be per¬ 
ceived, and in the same way betw r een those of Cases IV and V. 
Case IV is an excellent example of the transition between 
these two groups, since the manifestations of her attacks pre¬ 
sented characteristics of both. 

In Case I wc have a general convulsion, of the most simple 
form, without a fall, and of very short duration. In Case II 
there is a clonico-tonic crisis, also of short duration, but with 
a fall. During two years of the closest observation, no simi¬ 
lar attack was observed. In the history of the third patient 
(Case III) we have crises frequently occurring and lasting. 



EPILEPTIFORM ATTACKS 561 

some time. In all three cases there was no loss of conscious¬ 
ness. 

Case IV, as has been already noted, represents the transi¬ 
tion stage between the preceding group and that which fol¬ 
lows. This patient underwent one crisis, a “generalized con¬ 
vulsion, - ’ without loss of consciousness; later she had an at¬ 
tack presenting epilepto-convulsive features; still later she ap¬ 
pears to have had a succession of several attacks, unmistak¬ 
ably epileptic in character, with loss of consciousness. 

In Case V we have frequent attacks undoubtedly epileptic 
in their nature. 

The presence of these peculiar features in the course of 
dementia prrecox (called by Meens hebephreno-catatonic de¬ 
mentia) has been observed by Kraepelin, but we have been 
unable to find any studies bearing directly on this point, al¬ 
though they would be far from superfluous. The principal mo¬ 
tive in making the foregoing observations public is the hope 
that others may be encouraged to bring forward similar data, 
and thus furnish material for critical analysis, especially from 
the point of view of pathogeny. An analysis of the patholog¬ 
ical anatomy might also be of great value in this connection. 

At the risk of appearing radical and premature I cannot 
refrain from comparing these peculiar manifestations with the 
other motor exteriorations of hebephreno-catatonic subjects, 
particularly the muscular paroxysms. The impulse to move¬ 
ment, the incessant activity shown by these subjects seems to 
arise from a real necessity, to be dictated by a nervous hyper¬ 
tension (called by Kahlbaum “Spannungs-irresein”) for which 
these sudden and violent externalizations are the discharge. 

With reference to the general considerations which 1 have 
developed concerning these motor symptoms of catatonia, 3 I 
would readily assign the origin of these symptoms to the 
basal and mesencephalic centers. All these clonico-convulsive 
symptoms, from the simple spasm to the characteristic epilep¬ 
tic attack, would be referred to a subcortical origin, in the cor¬ 
pus striatum, optic ganglia and medulla. The expiratory cri¬ 
ses of A. (Case I) are a strong argument in favor of this 
view. 

‘Journal de Neurologie. 1902, No. 4: Bull, de la Soe. de Med. Ment. 
de Belgique, 1902, December; Congres de Bruxelles, 1903. 



